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Aspartame
Aspartame, the methyl ester of the amlno acids phenylalanine and
aspartlc acid, is approximately 180 times sweeter than sugar (Mazur,
1976).  In July 1981 the FDA approved its use as a sweetener or
flavoring agent In certain foods (U.S. Food and Drug Administration,
1981)» Aspartame cannot be used in soft drinks because of its
instability In liquids during storage.
Epidemiological Evidence.  Since aspartame has been on the market
only since 1981 and in only a few countries (e.g., Belgium, France, and
Canada), there are no epidemiological data regarding Its association
with cancer in humans.
Experimental Evidence: Carcinogenicity. A number of feeding
studies have been conducted on mice and rats under the sponsorship
of the G. D. Searle Co. to test the carcinogenlcity of aspartame.  In
one of these studies, male'and female Charles River mice received
aspartame at 0 (control), 1.0, 2.0, or 4.0 g/kg bw/day in their diet
for 2 years. No tumors attributable to aspartame Ingestion were
reported (G. D. Searle and Co., 1974a). In another study, no statis-
tically significant differences In the Incidence of neoplasms were
observed In the urinary bladders of control and treated mice 26 weeks
after implantation of cholesterol pellets containing aspartame or its
breakdown product diketopiperazine (DKP) (G. D. Searle and Co., 1973a).
Male and female Sprague-Dawley rats fed aspartame In the diet at
various levels for up to 2 years were observed for the incidence of
brain tumors (G. D. Searle and Co., 1973b). After the study was com-
pleted, the FDA appointed an independent board of inquiry to review
the data. The board concluded that aspartame was a possible carcino-
gen, based on three of the study's findings: The incidence of brain
neoplasms in aspartame-fed rats was greater than that In controls, a
possible dose response was observed when tumor Incidence in the con-
trols was compared with the two lower dose and the two higher dose
treatment groups combined, and there was a decrease In the latent
period for gllomas (U.S. Food and Drug Administration, 1980a).
Investigators at the G. D. Searle Co. interpreted these data
differently. They contended that statistical analysis using con-
current instead of historical controls indicates that there was no
significant increase in tumor incidence, that more appropriate sta-
tistical tests show no dose response, and that the board of inquiry
made errors concerning the time of death of certain rats (U.S. Food
and Drug Administration, 1980a).
In a follow-up study by the Searle group, rats were exposed in
utero to aspartame at 0 (control), 2, and 4 g/kg bw and maintained on
this diet for the duration of their lives (G. D. Searle and Co., 1974b)«

